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Abstract

Acute pancreatitis complicating acute hepatitis Agsy rare especially in children. We, hereby, reporiayear old female patient with acute hepatitis A
infection who later developed acute pancreatiticonorse of the illness. She improved with conseveathanagement and was discharged. This case
highlights the association of pancreatitis with #iolminant hepatitis which should be considered ideanic areas with acute abdomen.
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INTRODUCTION
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epatitis A virus is an unusual cause oft@pancreatitis. ﬂvlis.zs KANISHKA
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hepatitis A infection is very low in children, thgh, it is mostly wia 13 Nov 2012
reported in young males and adolesc@ﬁ]tsAlthough, . N

hepatitis viruses have a strong affinity fopamcytes, viral
antigens have also been detected in other tissuels as the
pancreas and gallbladder. Infectious cause wat dosumented
by Lemoine in 1905 in a patient with mumps. Othieuses such
as Coxsackie-B, Epstein-Barr virus, measles, @mha-A and
varicella  zoster have also been implicated rtute
pancreatiti€ In 1944, Linsey first reported the association
between acute pancreatitis and infectious fitepat In
fulminant hepatic failure (FHF), pancreatitis occim up to 34%
of the cases; although, in non-fulminant hepaititis considered
rare™ A recent pediatric series describes acute paritise@at be
associated with hepatitis A in only 8.3% caSe®/e report a case
of an 11 year old girl with acute hepatitis A, wtheveloped acute
pancreatitis with pleuraleffusion in the course but had
uneventful recovery.

CASE REPORT

An 11-year-old female child admitted with epigastri
pain, nausea, anorexia, jaundice and fever of 4 dayation. Figure 1 - CECT upper abdomen was done which showed
The abdominal discomfort gradually increased inesigw and  area of necrosis (black arrow), overstretching of superior
was associated with vomiting. The pain was borimgature, mesenteric artery (blue arrow), para-aortic lymph node
persisting throughout the day with the child lyiogrled up on  (red arrow) and bulky pancreas with fuzzy margins (yellow
her side in bed and feeling better when sittingaog stooping  arrow).
forward. She had no previous similar episodes, bominal ¢ ™) ahoratory investigations showed: Hb 12.2 g/dnd total
trauma, ~diarrohea, parotid swelling, vaccinationloot ekocyte count of 10,800/uL, (total neutrophil®@4ymphocytes
transfusion, hepatic disease, gallstone, familytohys of 14%, monocytes 2%), platelets 205,000/uL, totalrdfin 4.9
pancregtitis or hyperlipidemia, recent travel, draguse, mg/dL with direct bilirubin of 4.6 mg/dL, serum astate
alcoholism or surgery. aminotransferase (AST) 1051 IU/L, alanine aminciferase

Examination revealed jaundice and epigastric regiofALT) 948 IU/L, lipase 1680 IU/L, amylase 1092 IU/lserum
tenderness during superficial palpation, with naynsi of calcium 8.5 mg/dL, triglyceride 133 mg/dL, serumkadine
peritonitis. Her liver was enlarged, exceeding @ostargin by 4 phosphatase 415 IU/L, gamma-glutamyl transferas€T(G153

Addressfor correspondence* IU/L, serum albumin _3.1 g/QL, prothrombin time 1lécs(INR:
Dr. Minhajuddin Ahmed 1.08), erythrocyte sedimentation rate (ESR) 39 mifite serology

MD Senior Resident for Hepatitis B and C were negative, and IgM anti\H was
Department Of Pedir;ltrics positive. Abdominal ultrasonography revealed hepagaly with
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Tel'y+075g2734939, pelvic cavity. Clinical diagnosis of pancreatitisasv made and
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' o with homogenous enhancement and peripancreatic stranding
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with hepatomegaly and edematous gall bladder wiithinal
bilateral pleural effusion [Figure 1].

The patient received conservative management wit

analgesia, hydration and nil per oral. During fallap, she
remained stable, afebrile and her symptoms regiesshin
seven days. She was discharged on the 8th daynoissidn
after significant clinical and laboratory improvemeDuring
ambulatory follow-up the patient had complete reSoh of

CONCLUSION

This case highlights the possibility of pancrestiti viral
nepatitis, which should be kept in mind in endemaieas
whenever one is presented with features of acut®rabn.
Conservative treatment leads to recovery in alepts.
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